The inheritance of responsiveness to histamine-sensitizing factor of pertussis bacilli was examined in (SWR/J x CBA/J)Fl x CBA/J backcross mice.
Responsiveness to pertussis histamine-sensitizing factor (HSF) was studied in some inbred strains of mice by Munoz and Bergman (1) . Treatment with l)ertussis vaccine or with certain pertussis extracts renders some strains of mice susceptible to relatively low doses of histamine (treated mice die, whereas untreated controls do not). The inheritance of this responsiveness was later investigated in some of the inbred strains of mice, in their F1 and F2 hybrids, and in their backcrosses by Wardlaw (2) . He concluded that such responsiveness is transmitted in mice by a single dominant autosomal gene. In view of recent work showing the importance of the H-2 locus and its linkage to the immune response gene (Ir gene) (3) (4) (5) (6) as well as to that of the genes for expression of certain tumor antigens (7, 8) There is 1o great difference ill the death rate between those mice that ilnherited the H-2" allele from the sensitive strain and those that did not: 40% compared to 36% for the females and 43% comnpared to 39% for the males. In this respect, males and females behaved similarly. The x2 test for segregation for HSF responsiveness was 1.00 and P was >0.1. 
DISCUSSION
Using parental strains SWR/J and CBA/J, Wardlaw did not find differences between males and females in the F1 hybrids in the development of sensitivity to histamine after injection of HSF, whether or not the female parent was of the SWR/J strain (sensitive strain). All F1 mice were equally sensitive.
Among the backcross progeny there was 50% mortality, which equals the expected 50% mortality if the inheritance of HSF responsiveness is unifactorial and if it is transmitted by one autosomal dominant gene. There was a slightly lower mortality in the backcioss mice of the sex of the insensitive (CBA/J) parent; however, there was no significantly different ratio from 50% mortality in any case (2) . In the present experiments, the dose of HSF was uniformly 140 1g per mouse and, as Wardlaw has shown, this dose always sensitizes mice from all strains that are responsive (2) . The dose of histamine (1.8 mg) was also that used by Wardlaw in the study of backcrosses between F1 and CBA/J mice. If the HSF responsiveness were linked to the H-2 locus, it would have been expected that all those mice that died (or nearly all, to take into consideration the crossingover possibilities) should have had the H-2" allele from the SWR/J strain, but this was not the case. The x2 test for linkage of H-22 with HSF responsiveness was 0.001, and P was >0.9.
The results presented here are similar to those of Wardlaw 
